A 54-year-old woman with chronic pelvic inflammatory disease and pyelonephritis developed persistent hyperamylasemia with transient increases in the amylase-creatinine clearance ratio. Even though chronic pancreatitis was suspected clinically, at postmortem examination the pancreas was found to be normal. We suggest that the hyperamylasemia resulted from entry into the circulation of amylase produced within sequestered endosalpingeal epithelial cysts, possibly amplified by impaired renal clearance. Thus, the potential of the sewm amylase assay as a sign of serous ovarian tumors is further indicated.
serum (1-3). Although amylase production has been identified in female genital-tract tissues (4) (5) (6) (7) (8) , only rarely have gynecologic abnormalities been associated with hyperamylasemia (2, 3,5, 9-12). The production of amylase has been associated with ovarian carcinomas (13) (14) (15) (16) . It has recently been proposed that serum amylase may be a clinical marker for serous ovarian neoplasms (14) (15) (16) .
This report describes a woman with chronic pelvic inflammatory disease and persistent hyperamylasemia but no evidence of pancreatic disease at postmortem examination.
Case Report
The body of a 54-year-old woman with a 22-year history of recurrent pelvic inflammatory disease and pyelonephritis was exarmned. The death was attributed to renal failure and uremic seizures.
A right tubo-ovarian abscess was diagnosed clinically 22 years before death, and a cul-de-sac multiloculated abscess was diagnosed surgically seven years later. Serum amylase values were noted to be slightly above normal 11 years before death. Five years before death, markedly supranormal serum aniylase values were observed, associated with evidence of acute exacerbation of pelvic inflammatory disease. There was a sustained increase of greater than 800 U/ L (normal reference interval 60-160 U/L) for a week, the maximum value observed being 1125 U/L. ratio (18, 19) Another potential cause for this patient's hyperamylasemia was the chronic renal insufficiency produced by pyelonephritis. However, one would expect serum amylase to be no greater than twofold normal as a result of renal insufficiency (2), while in this patient the values were repeatedly sixfold normal. Possibly there were two effects in this case: sequestered endosalpingeal mucosa releasing more amylase into the circulation and impaired renal function delaying its clearance from the blood.
This anecdote certainly does not prove that hyperamyhasemia can be produced by salpingeal mucosa that has been altered by chronic disease. However, fallopian tube mucosa is known to produce amylase, and in the absence of lesions 
